A fundamental question in the neurobiology of cognition is how stress and glucocorticoids modify learning and memory processes. Why some individuals develop cognitive deficits after stress, while other individuals improve in cognitive performance under similar adverse conditions is still unresolved. To address these questions we focus on those issues. First, corticosterone, which appears to be the preferred glucocorticoid for the rodent and human brain, acts via brain mineralocorticoid (MR) and glucocorticoid receptors (GR) on the expression of networks of corticosteroid-responsive genes. Different effects are achieved by MR and GR activation. Second, the experimental context that determines the timing and the consequences of corticosterone action during the various stages of information processing is reviewed. Third, the genetic context and the environmental context are investigated. Using apolipoprotein E knockout (apoE0/0) mice we show that apoE (apoE4 is a genetic risk factor for Alzheimer's disease) is a candidate gene with an important function in shaping the cognitive outcome (genotype ϫ environment interaction). ᭧ 2002 Elsevier Science (USA)
INTRODUCTION
The objective of this contribution is to identify factors that determine individual variation in cognitive performance after stress. We focus on corticosterone, because the hormone is secreted in response to stress-induced activation of the hypothalamic-pituitary-adrenal (HPA) axis. Corticosterone coordinates-in concert with other elements of the HPA axis-energy metabolism, the organism's ability to cope with stress, and the excitability of neuronal networks that underlie learning and memory processes. Corticosterone promotes the interpretation and storage of novel information, while facilitating extinction of
